to a level exceeding that at baseline before initiation of aspirin therapy. [4] This rebound period is characterized by increased thromboxane production, decreased fibrinolysis, and a resultant clinical prothrombotic state. Platelet function rebound is dose dependent, with a more rapid rebound associated with withdrawal of lower aspirin doses. [3] In patients on antiplatelet therapy undergoing surgery, bridging antiplatelet therapy is started if warranted in the given situation instead of anticoagulants. [5] Discontinuation of aspirin preoperatively significantly compounds patient's thromboembolic risk because of rebound hypercoagulability. For an at-risk patient, the hypercoagulable state aggravated by the surgical procedure and further compounded by the aspirin withdrawal creates an ideal scenario for a major cardiac or vascular thromboembolic complication. Based on the current evidence, anesthesiologists should continue the perioperative use of aspirin for the beneficial effects on cardiovascular outcomes.
Anesthetic management of a case of achalasia cardia with mega-esophagus causing intraoperative cardio-respiratory compromise
Sir, Achalasia along with megaesophagus may lead to airway compression leading to the respiratory compromise. [1, 2] However, cardiovascular compromise has not been reported previously. We present a patient who underwent thoracoscopic assisted esophagectomy with gastric pull-up for achalasia cardia with megaesophagus which resulted in compression of the left bronchus and the great vessels during its separation from the surrounding structures.
A 46-year-old male was scheduled for thoracoscopic assisted esophagectomy with gastric pull-up. Pulmonary function tests reported moderate restriction and mild airway obstruction. Chest radiograph revealed a markedly dilated esophagus with small air-fluid levels in the mediastinal region with bilateral minimal pleural effusion [ Figure 1 ]. Barium swallow skiagram showed a grossly dilated esophagus with residual food suggestive of achalasia cardia and dilated esophagus [ Figure 2 ]. Computed tomography of thorax revealed grossly dilated lower third esophagus [ Figure 3 ]. Standard monitoring and general anesthesia with left sided double lumen tube (DLT), and thoracic epidural anesthesia was administered. The patient was placed in the left lateral position, and right thoracoscopy was started. As the surgeons started separating the esophagus from the surrounding structures, hemodynamic instability, and arrhythmias occurred coincident with the motion of the thoracoscope. Later, it was noticed that the bellows were gradually collapsing and capnogram showed a decreased unusual complication wherein the airway and hemodynamics were compromised intraoperatively due to compression by a megaesophagus. [1] [2] [3] [4] In our case, the intraoperative obstruction occurred even though the esophagus has been emptied via an orogastric tube. This was due to large mass of esophagus pressing over the trachea when it was surgically released. The megaesophagus was initially adherent to the right/upper pleura. As the surgeons proceeded with its separation from the surrounding structures, it fell onto the left bronchus and great vessels due to the effect of gravity. This was initially appreciated during the course of dissection as transient intermittent hypotension with even the smallest and finest movement of a slender instrument like the thoracoscope. Later, hypotension became more persistent along with inadequate ventilation of the left lung. The cause for such physiological derangements was sought and efforts such as infusion of fluids, vasopressor administration, and repeated adjustment of DLT along with measures to rule out any leaks in the circuit between the patient and the anesthesia work-station proved to be inadequate. This raised a suspicion that the likely reason for the cardiorespiratory instability was the huge and heavy megaesophagus causing heart and lung compression in the left lateral position. This was confirmed when the hemodynamics improved on the removal of the mass and making the patient supine. We thus conclude that with vigilance and timely management, we could avoid hypoxic injury, fatal cardiovascular events, and prolonged intensive care unit stay. Also, it is of critical importance that the surgeon and the anesthesiologist communicate with each other and work as a team starting preoperatively and continuing into the intraoperative period.
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Nil. value followed by a fall in SpO 2 . The patient had episodes of hypotension requiring 0.1 mg boluses of phenylephrine. DLT position was reconfirmed. Despite these efforts hypotension persisted and dopamine @ 5-10 mg/kg/min was started. After complete separation of esophagus, thoracic cavity was closed, patient was made supine, DLT was exchanged with 7.5 cuffed endotracheal tube, and the rest of the surgery proceeded uneventfully with tapering off the dopamine infusion.
A number of cases of injury to airway and great vessels have been reported during esophagectomy but this case report illustrates an Sir, Ultrasound has greatly enhanced the visualization and eventual cannulation of central veins. However, it is often seen that despite successful ultrasound guided puncture and a free backflow of blood, threading of the guide wire into the vein may still fail. This has been attributed to the steep angle of needle/ guide wire entry into the vein. [1] We present a unique instance where equipment related failure presented with similar finding (inability to pass the guide wire into a vein) that could only be recognized after multiple failed attempts of venous cannulation.
An ultrasound guided standard triple lumen central venous pressure (CVP) catheter placement was attempted on the right internal jugular vein (IJV) of a 23-year-old patient planned for right hepatectomy. Once IJV was identified, and free flow of blood aspirated, guidewire was introduced by the side port of the valve needle. However, obstruction was encountered after a few centimeters. We tried passing the guidewire via the aspiration port, but again we failed. Finally, the patient was cannulated with a new CVP catheter set of the same company.
On examining the first set, we found that the guide wire could not be negotiated beyond the junction of the plastic port and the metallic needle [ Figure 1 ]. On insertion of the guide wire from the distal (puncturing) end of the needle, the guide wire could not be threaded beyond the metallic end of the needle to the plastic hub [ Figure 1 ]. The defect could not be appreciated by naked eye, but we assumed it to be because of a narrow inlet of the metallic needle relative to the guide wire (a possible manufacturing defect). As conventionally it is recommended to check the central venous catheters prior to insertion, we suggest such a directive should also be laid down for prior inspection of other equipment like needle and guide wire prior to insertion. Should we see it as an isolated rare case or should regular check of the CVP catheter also be done prior to insertion, as many a times inability to pass the guide wire is assumed to be due to operator related or to some inherent problem in the patient e.g., presence of thrombus or anatomical variation in the vessel lumen? Prior check of epidural catheter assembly has been advocated routinely. [2] Although the manufacturers have advised to verifying the patency of the lumen of the catheter by physiological saline, we feel a regular preplacement check of the needle/cannula for guide wire patency along with catheter patency maintaining strict asepsis would be beneficial.
We have made an effort to highlight the problem to the manufacturer who is yet to revert.
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